To determine the effects of S-Adenosyl methionine (AdoMet) on TSH receptor function and adenylate cyclase coupling, human thyroidal crude membrane fraction was pretreated with AdoMet and with S-Adenosyl homocysteine (AdoHcy), separately or in combination. 125I-TSH binding to the pretreated membrane and adenylate cvclase activity of the membrane were examined.
It was reported by Bhattacharya and his associates (1978) that S-Adenosyl methionine (AdoMet) decreased the binding of 125I-GH to the lactogenic receptor of mouse mammary gland. S-Adenosyl homocysteine (AdoHcy) was shown to counteract the effect of AdoMet.
In the present study, we sought to determine whether AdoMet exerted an influence on TSH binding to thyroidal TSH-receptor and hence
The effects of sulfhydryl reagents on those parameters were already examined as a means of analyzing the structure and function of TSH receptor (Ozawa et al., 1979 ., Shishiba et al., 1982 . Materials and Methods S-Adenosyl methionine (AdoMet) and S-Adenosyl homocysteine (AdoHcy) and other chemicals were obtained from Sigma Chem., as the purest reagent grade.
Human thyroid tissue freshly obtained at surgery for Graves' disease was quickly blotted on a moist filter paper, weighed, chopped with scissors and homogenized with Polytron PT 10 homogenizer was centrifuged at 15000g for 15 min with a Sorvall ultracentrifuge and the pellet was washed with buffer B three times.
After the washing, the pellet was suspended in a fresh buffer B and served as "pretreated" crude thyroid membrane fraction.
The binding of 125I-bovine TSH (bTSH) to the thyroidal crude membrane fraction was examined as described previously (Shishiba et al., 1982) . In short, highly purified bovine TSH generously provided by Dr. John Pierce of UCLA was iodinated with 1979a 
Discussion
Our result demonstrated that AdoMet increased the binding of TSH to thyroid TSH receptor.
When the mechanism of this increase in binding was analyzed by Scatchard plot (1979) and processed by the program described by Faden and Rodbard (1975) , the increase in the affinity of binding was an apparent responsible factor (data was not shown). This result is obviously contradictory to the effect of AdoMet on the binding of hGH to the lactogenic receptor of mammary gland previously reported by Bhattacharya et el. (1979) . They reported that AdoMet inhibited the hGHbinding to lactogenic receptor by decreasing the capacity of the binding. The present results show that the effect of AdoMet on the hormone-receptor binding differs according to the difference in hormone and receptor.
The mechanism of the action of AdoMet on the lactogenic receptor was presumed to be due to a change in the fluidity of the plasma cell membrane mediated through the methylation of phosphatidyl ethanolamine by microsomal methyltransferase (Hirata et al., 1979) . In fact, they proved that the radioactive methylgroup was transferred from AdoMet to phosphatidyl-1methyl-ethanolamine.
Other than phospholipids as a methyl acceptor, protein was shown to be methylated by various methyltransferases.
For example, Sitaramayya 
